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Overlapping regions of the murine 3T3 lectin cDNA and the human clone 2 cDNA are in fact identical. T h e deduced amino acid sequence of the murinc 3 T 3 cell lcctin shows a high degree of similarity with bovine, rat and chicken sequences 85%, 95% and 72%, respectively (Fig. 1 ) .
A 14 kDa murine lectin sequence has also been deduced from a clone derived from a fibrosarcoma cell line (Raz et al., 1988) which shows extensive though incomplete homology with that derived from 3T3 cells. Both these murine sequences also show extensive homology with the hnRNP, 35 kDa murine lectin. This lectin consists of two domains, an N-terminal portion that is homologous to other hnRNP proteins and a C-terminal homologous to part of the I 3-14 kDa P-galactoside lectins. It is therefore reasonable to assume that this shared protein sequence confers the B-galactoside binding specificity which both the 13-14 kDa and 35 kDa lectins demonstrate. Unfortunately, unlike the N-terminal CBP 35 sequence, the remaining scqucnce of the 13-14 kDa lectins does not suggest any particular protein function or show any striking similarities with other published sequenccs. Nevertheless, the high degree of sequence conservation between species would appear to indicate that these lectins d o have an important biological function.
We have used the smaller clone, containing 6 2 % of the coding sequence of the lectin as a probe to study lectin mRNA synthesis in fibroblasts in culture. In a number of murine 3T3 cell lines, the probe hybridizes to a message of approximately 550 bp., indicating that there is little noncoding sequence in the mature mRNA in these cells. Studies of human adipose tissue it? vitro suggest that ( 1 ) glucose uptake is readily stimulated by insulin [I] , and ( 2 ) lactate production is a prominent feature of adipose tissue metabolism [2] .
We have investigated these suggestions by studying human adipose tissue it7 vivo.
Methods
Eight normal subjects (one female), aged 29-58 years, with body mass index (weight/height2) 19-24 kg/m2, were studied after an overnight fast. A superficial vein on the lower abdominal wall was cannulated. Using a Seldinger technique, the tip of a 10 cm catheter (Viggo U.K., Swindon, U.K.) was positioned just superior to the inguinal ligament. Previous work indicated that these veins drain only adipose tissue and skin but not muscle [3] . Cannulae were then inserted retrogradely into an antecubital vein draining deep tissues and into a vein draining the contralateral hand, which was warmed to provide arterialized blood [4] . All cannulae were kept patent with saline [0.9% (w/v) NaCl]. After 30 min rest, blood samples were taken from the three sites. Two more sets of baseline samples were taken at 2 0 min intervals, before the subject ingested 75 g of glucose monohydrate in water. Samples were taken 15, 30, 60, 90 and 120 min after glucose. Plasma glucose and wholc blood lactate concentrations were measured using an 1L FLS Multistat 111 Micro centrifugal analyzer [5] . Plasma insulin concentration was Abbreviation used: a-v. arteriovenous
Kes1rlts
T h e Fig. 1 shows the time course of the glucose arteriovenous (a-v) differences across forearm and adipose tissue preparations and the arterial plasma glucose and insulin concentrations. Although the increased glucose a-v difference of muscle had a similar time course to the insulin concentration, this was not so for the adipose tissue. T h e glucose a-v difference across adipose tissue followed the time course of the arterial glucose concentration. This suggests that glucose uptake by adipose tissue it7 vivo is not primarily controlled by insulin.
Between 15 and 6 0 min, thc adipose tissue glucose uptake far exceeded that which could be accounted for by oxidation (as measured by the a-v difference for oxygen) and by anaerobic glycolysis (as measured by lactate production). Approx. 80% of glucose uptake during this period is being stored, possibly as glycogen [6] or triacylglycerol.
During the fasting state, lactate release accounted for approximately 30% of the glucose uptake. This value declined rapidly after glucose ingestion, although it rose again by 120 min. T h e overlying epidermis of the abdomen is likely to also produce lactate which reduces even further the role of adipose tissue in lactate production. Whole-body calculations (assuming published values for adipose tissue blood flow 171) suggest that within 2 h adipose tissue (and skin) take up lcss than 10% of a glucose load and whole-body lactate production by adipose tissue is less than 1% (w/w) of a glucose load. Conversely, although the forearm (mainly muscle) tissue took up considerable quantities of glucose, it was not shown to produce lactate.
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Conclusiori
We have measured a-v differences across adipose and muscle tissues before and after a glucose load. T h e time course for the uptake of glucose by muscle is consistent with it being insulin sensitive; that for adipose tissue suggests it is not insulin sensitive. T h e glucose uptake by adipose tissue is quantitatively small, so adipose tissue lactate production can be only a small fraction of the total glucose ingested. Between 15 and 60 min after glucose ingestion, adipose tissue is able to store glucose in a form as yet unidentified. Lipoprotein lipase (LPL) is synthesized within cardiac myocytes and then transported to the capillary endothelium.
Other triacylglycerol lipases described in heart are an acid lipase, a serum-independent neutral lipase (Ramirez et al., 1985) and a serum-independent neutral triacylglycerol lipase which is inhibited by antibody against LPL (Hulsmann et ul., 1982) . T h e presence of these serum-independent lipases complicates studies of the effects of hormones on LPL activity in heart. T h e first part of this work investigated whether lntralipid was a better substrate than triolein for distinguishing between serum-dependent LPL and other lipases. Supernatants from heart homogenates were prepared (Ramirez et ul., 1985) and LPL was assayed as previously described (Rogers & Hutchinson, 198 I ) with either Intralipid or triolein (emulsified in the presence of lecithin and glyccrol; Nilsson-Ehle & Schotz, 1976) as substrates. Lipase activity is expressed in relation to the activity at pH 8.1 against Intralipid, which is taken as 100.
With lntralipid as substrate, serum resulted in a large stimulation of activity at both p H 7.5 and 8.1 (Table l) , Abbreviation used: LPL. lipoprotein lipase although the activity was higher at pH 8.1. With triolein as substrate, serum produced only a small increase in activity from the already high value in the absence of serum. Activities were similar at pH 7.5 and 8.1 (Table 1) . When the cnzyme source was perfusate from hearts perfuscd with heparin (5 i.u./ml) for 1 min, the stimulation of lipase activity 
